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AN B T RS 2R 5 I AR A B T A6 6 DR 3R B A ST 5 0

KRG HRE HEA

1970 4F: Kakimoto %5 # I A BRI 43 B8 HH A F) —
FH 3L %2 (asymmetric dimethylarginine , ADMA ) ; 1992 4F Val-
lance % B YGEIT 7R VR R B AR BFZE 38 7 T ADMA 74 P 1k
—FAL R A IR . ADMA 18— F 32524 P I —
FAL A AT (nitric oxide synthase , NOS) #lIf|5 , i@ i~ NOS 1%
PEMRRICE S L-RE 2R 5% 4 NOS (1476 P 057, I 2 5 1 410 1
NOS 1 = FP A 92— 4 Ak 2 (mitrie oxide , NO) Az ji, 3 1 fif
NO AEPAIEPEREAR . T JLARE B2 BSR4 1 ADMA A RS2 —A
IO 0L AE7 92 i o PR, 3 T 72 i I 287 5 1) 8 DR
FRGAEA | BRI ADMA BLEW) R 5 A 9E %
Wz PR 2R B ARG e AR I 25 3A

— ADMA FYAER 2R (5 80 A s HAG A A 30

1. ADMA 6 A H RS 2 MR 5 ARG IRk A 1Y)
KA R PR 2R T L% RS B (protein arginine methyl -
transferase , PRMT) JEA# A0 1% S B9 S i, PRMT 45 P FiIE 1Y .
PRMT-1 £77E T MLAE O IR P IE LS, o] Y A2 5 1 A%
N RNA-Z5G 86 11 A2 i NG-2 H JE-L-#5 2 2 ( NG-monomethyl -L-
arginine, L-NMMA ) il ADMA ; PRMT-2 { Ffl 5L AL AR AS 3 B0 5 1
7FEAE L-NMMA Fi % FR 4 DMA ( symmetric dimethylarginine , SD-
MA) ., FIEAT L (AN ADMA 1974 25 PRMT-1 4%,

2. ADMA [HBESf - IEF ANRN AR =449 300 wmol ADMA,
HH2 50 ol LAJFURZS B EHEH IR SM T 4> ADMA 76—
FH S E R — W Kz /K f#% 188 ( dimethylarginine dimethylaminohydro -
lase, DDAH) fEFI T QI LA A — I . DDAH Ay
PR DDAH-1 FZ040 T £ NOS (neuronal nitric oxide
synthase ,nNOS ) F21k (5 L #1920 2L b An K # ' Ak ; DDAH-2
B FE R #2352 B NOS (endothelial nitric oxide synthase ,
eNOS) FIZHAL AL L4 R BB FIE™ . DDA 3 41 5 9 45 1
H ADMA /Kt i ZAE ], B L iR W, DDAH-1 JE A %742
M2 TBE , 5 0o IR FIAR P i S e R A o0

3. 52 ADMA fRH YA 2 KH7r ADMA Hi PRMTI fiE L
A2, 4 DDAHT JKf# , AT JE B — Z& PRMT1-ADMA-DDAHI
Rl A R PI R IR B D RE S LT RED | B2 ADMA HE
BUR s E AT AR BFSE  HUA IS ADMA THi5 i) 5
AT TRTZEMEIR S . (1) PRMT-1 3R 35 55 1 M 38 0% . A 706 240 1 25 it ok
Z AN GAAC B B NG 1 L IR Y DI U i B
PSS T PRMT-1 632 15 16 S s s om0 (2) W3k
AR 7K A ARG DL TS I a1/ 00 T fn & b
ARBRIIRETCHA . (3) W DIRe Ak i D8 ok D e S Bk i bk
Do (4) DDAH Fk 50T R S0 v R | s ) 5~
AR s LG e L SR A TR 2 S 2 1 A T i i e e —
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A IR (NADPH ) AR | 98 5 50 | W K K% i bR 2 I 45
A DDAH e 32 3k Kbl g s ok L (5) AN .t
Dl L 1R % 42 25 H -1 ( cationic amino acid transporters -1 , CAT-
1) F38 T REAE ADMA MHEER H 45 502 41 4 4 Bk 20>, aff i
DMK P ADMA ThE ™,

S 7 B e oA S S EP S I

1. Bk AREREAL . 2 ko AE i AL 2 AR A ) i S B AL, T
PN B2 ) i PRS2 0 ik o AR 5 A 14 i et A, AR SRR 9% S PN 2
TRESS I Y ™ B AR B RN I 3¢ ADMA K SE R WA oG, A A AR
“AsURRSE A B, ADMA RASUPE FH T LA 9 B 400 5 4 R T B
W%/ L W 2L, AR S0 BELAZE 200X 1A g 40 L 1 285 B T LA S L 2 R
T4 AN PR AN AR A TL 2 1 -1 (MCP-1) | E W 4IRS sl 1
F(MIF) %, Zhang 4 BF5¢ % B0, ADMA ] L3 it ROS/NF-
KB T PR A RS, S ECRAE R I, Zhou %™ i 4 %of
HAIEE M E HE/ U RS ADMA BISE5K:, &3 ADMA 1 &
R AR T P B SK3 KL mRNA 1%k, Jia 2 &3,
1. ADMA 833 T RZBE R [ 43 (CX43) IYFRIA R N i 4%
BT RO {5 A8 . O’ Riordan 25 BT i g 1z
AMAARSMIFFE & B, ADMA (1935 BLE (5 N K 40 NOS Al Flk-1 (19
kb | [RIBHEUES 2R ANEF 4 28 1 DR as 3, 5 A3 AL
44t T ] 7 ST 4H Y R TR AR D P Rk 3N, B) ADMA 2142
65T P B2 4 1 - 3 UL 4 R () 7 I 240 o 2 £, ol B A8 S 3 UL
MIER 2, P DRI AR T T ADMA T 13 L4
ERHIHLE, B ADMA 3833 Rho/ROCK {5 S B A5 T FH L
A R A% Ak, i 285 F- U ILAN AR AT RS BE ST 3. Fiddler
5B SER W ,  UR Y — STk A T ) 32 45 (ADMA/DDAH
AR SR N B A A K7 5 PN BZ 20 L e 20 2 A A A i )
P R 2 Horp R NO 55 Rl RhoGTPases i (WL 117
PR ICEE MR Y T ) W R PE A, #2878 ADMA/DDAH 7£
PR S BT TR MR T, DL BRI R 12K ADMA ]
BT 2R EAN TN B YIRS, 5 203 B B 40 & A R
KR,

2. Bk IR (IMT) - 3500 ik N -Hh R B ( carotid ar-
tery intimal media thickness , CIMT ) VF & YV Ilfa IR sl Jik o4 4 A £k 1)
TR )92 487 , X 0o G o 45 S R = 1A E AN
TE—TEL R 712 BIRAT R =052, (6] B R 1 2% ADMA 7K
SEHN CIMT , 22 20035 A48 11 A 4347 & B CIMT 5 ADMA /K
BB 2 6 AEREVIE A & B CIMT A9 HEJE 5 ADMA
IKFABAEAEAR S L T7E Maas 257 KB REIR BT o &
B, 1% ADMA & J5 5 350 P s Jik P9 - J2 P8 B3 A 7 T A G 1
S BB - 2R BT AR M . Y, Bai 25 X1l R AT
FEARAFAY 6000 A3 NS kit 75 K6 I A AT I0 A, & B ADMA
WeE 5 CIMT TEARSE, BUIfE ADMA ¥ B en | Hish bk iy - s
BERRE  $27R ADMA 7EMAE T LA LR L% T HEAE
F . A W5 IR, Ak A ST 2E IMT 1 8 g i o X e
S PLH ) 22 A GETT 275 L (P <0.05) , [ i R FH 4 2% [0l 43
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iR I, 3¢ ADMA ¥&EE 5 IMT 2 1EAH5 (r =0.926 ,P <0.05) .
KW ADMA 53 ke s 2 UM 6, 5 ADMA 7K 0] i 45 4
B AR5 , I 35 0 o BE AR AL b AR, B BBk IMT 345, itk —
11 R W 3 G I 9 A AR I A e 2 e 4 O AR R Y
R

3. IARAR IS A L A I SR L A S S0 i A A B R
PRl 2z — P R 2 i ) A Bid 25 X AR R
i PR R 30 4 g L[ 2 R 3 1 R 58 8 B0, JHe NO A1 9
WA 45 &7 Sk S REIR ST , 1712 ADMA /KF-f8 3% 7t , HA5 10
S [ B R AV % o B R /KPS 3 IEAH OGO . AE — TR0 191
X BRATST P A B, 7 2 e M ILAE S5 (W I ADMA 7K 7 8 35
TxtBRLH, I EL A R 5 fil B A o T e Y
T B S & B ADMA T REE 1T NF-«B 3242 138 5 540
Jaids S — S AL RS T (INOS ) 263K I (R 5 20 e fb b e vk
A, I EENMESE BRI R B, AR 19 ADMA X THP-1
FEE I3 200 ML O R A L PN TR [ B S A 2 T, Bl ADMIA Ve B 14
T2 P UL e B S 4, O S A R R, B R AD-
MA T 3 13 1 106 A 200 i P IE (T i, a2 10 fIH 1 A 76
VRZNM P 3R AR, T 75 K s Ik ok R A 3 S0 i A S 1Y R A
KIE,

4. IMUBE S 20T 5T Il 4R & NOS 16 M AT 3 g
5 AR S0 M b (AR AL BFRESE ) | TR S R A
P NOS 517 20 T, nT e 5 AL A A K 2 BB R
5 5% ADMA 7K EAELEAR G, Cavusoglu 2577 B ST,
ADMA 7K Fh 2 ATV A PR FB A I 2o i A5 JRURS: 17 2k 7
P2, Sydow 26 i BIF S % BN IF 3% B AEWE IR &, 1
i ADMA KV 558 ZHPUFTEIEAR G, 2R HEY IR
IS, fe L P 5 P4 A A 5 5 ZE T4 ADMA K-
o T IEF % HRLL I HARSCHE 4 H & B ADMA 5885 AR
B TR IR AR ) R IRPT L 2 IE A6 (r =0.410,P <0.05) , 7
o I FEANR I 2 R ARBLAL TOAR G 488 ADMA 5 1M e
TP R AEATAE CEL

5. B iLE . Vallance /55[2: Fi{) S 56 B 5 &k PRLIALYE ADMA JKSF-
$h v S0 A A I R e A R O, LSS R ) i A
FEH SIS ADMA (8 wmol/min) , 23 i3 25 WA R EF 09 1037,
) Ak 2P B T AR A REAT 1 ) K R TR 5 ADMA, #2549 AD-
MA 7K 9 45, K Bl R 3 1 159% ~20% ., Kielstein 25
TE—BEVLBUE | 20 0T BRI R 5% HoK: ADMA. i ik v 559
AR F RN, K ADMA A 1 R34 25 6% , 4> 5 il 45 B
FI¥ENN 24% | TR Bk o AT 305 1 H 2D 15% LA Bt 38 0 3 B
i, ELEEFIRAHRHIE , 4275 ADMA RT3 304 NOS fdf NO Az il
b SEMA A EFARTETE . A S eie R W], AR RIS ADMA /]
DA 4 i T s bk i o A B ke 3K T MR Y i O R R
R, 76 I 25 () ] B GO N ADMA /KP4l i 3 i s, Jf
H Mihout % BF52 & BR, il 3 % ADMA /K 42 ¥ 2 45 i & T
1o, HORS R - — P U R K i 8 ( DDAHD) i 3238 1 vk ]
i L ARG

6. TR : ADMA ¥R BE G T 568 0o 1A B 4= PR BB T~ F6
CNIAS BE T 356, 37 T B2 DA A0 BT DA U A0 0 I 4 1 B
%[43] o 1F CARDIAC ( Coronary Artery Risk Determination investi-
gating the Influenc of ADMA Concentration ) WFFE R R AR 800
A2 A o — 2 S e (R MO SO B0 O LR SE R
) B 2 A FE R N R AR TC R L, 6L R I

M ADMA ¥R HEXT BE 20 T) 185 20% |, T EL Bt 5 15 8 f B 9 28 (H
=T BRSO RSN, ADMA oA T it a3, 213 AD-
MA BT 1. 75 wmol/L, FuCy I B P9 1 FE B 38 121 6 ~ 7 £if 5
FEHHATHE 1 wmol /L, 5O B £ UL B 2 T 1m7 2.5 £
M Boger 25 %f 3320 44 24X % HEAT 11 4EBf % B, ADMA 7K
SR AS PRI FET 2R R 35 M 5, T 50 IS A 2 9 2R G . 3 A
Stk RPN, KA ST WIS ()RR R S kOB A H Y
M55 ADMA ¥ & B, iR B hkopke 25 4L ML 75 ADMA 7K T %
HRZH GREARBIIKIE S IIPE) (P <0.01) |, H. 22 A8 4 5 T8 X
SAALL(P<0.01) , 2% BIFE R I, % ADMA #eJE 5
Sl N A AR B IE MG, B Gensini B4 10 T+, 2K
ADMA ¥ B2 B 380, #2878 ADMA 7K F1 5 vl B2 S 8OO
BRI IMER RN,

7. EIRIB R R ML : Yoo 2517 BFFT4R M, 5 7] 7502 ke
FIRIMAE (=15.0 wmol/L) J&= ADMA 7K -5 25 fit)— 4> F 22 Fii ]
K, EshPscgih &Il B e 20W2 MR 1 1035 ADMA /K
PLRIE R BRI 2 £5) ) Stithliger 25 (TF 5 K B0 5 vk
JEE i) 25021 Je 1R i 0% 038 N 2 40 J 385 i ADMIA. (14 2535, ADMA
IRV B g Xef [ 5 2 e 2 22 750 ek R s 0 8 A0S [ i 512 56 8 7
[vi) T~ J 2 2 B 0 79 S AR R (A ) DDAH P35 1 . RS2
P v [ R PO 2 T I , 30 2 2 M ) L ] 28 ) e S % /K F
B YA AR LT ADMA ZKF-AY3E R P10 P R T BE R
0 BRI A — LRSS I T R [RS8, 75— T4 R
Xif BEAE U AL 56 T, 10 44 i B 27 38 3 B WL 422 32 W i 4 7R
(0.1 g/kg) | L-[A] 78 2 b SR (0. 01 g/kg) , N-Z Bk 2 b & R
(0.1 g/kg) BARRIRYT , F38 23 Bl sk i 5 A 519 B 5K R F
M N R ZRE , TR P A 2 R ) 2 R 4 h s, ) 7R Jok 4
TR e 5 S 2 b v, BN K R B 32 40 (P < 0.001 ) , {H ADMA ¥k &
YR A | RMHEI | 22 a6 i v ) 280 Jpe AR I i i
BUNE W GBI AFER ADMA ‘?/’&Ei%wj o Krzyzanowska
4 RS FRT , 1E 2 BUWE PR, ADMA il [a) 02 I 2 i
A3 5055 R AP0 S5 35 A0 6 1H ADMA. 1R 0 ~f e 22 iR =~ 7] 41
TR, 28 Bk, H AT 22 B0 55 A S s ) 28 2 e 2 A i i
A3 ADMA (R 63A , AT 5 B0 45 P9 Rz 32 450 e il 4 = %
A BRI, ADMA B8 75 AN AR - [1] 28 212 Jje 4 198 177 5 S50t i 2 2
BT AN

= S5 R A I

P JLAE IS ADMA 55 IGAEZE i M OCHIF T B8 1 19 2 A7 o 2
HIZEME, Wanby 2557 BE4T (9 — 0 A 55 26 W, 5 0F % XF 18 44
[(0.50 £0.06) wmol/L] AH kL, Lo VE M #: 2E4H [ (0.55 £0.08)
pmol/L, P < 0.001 ] /1% 5 14 iz e 1 & VE (TIA) 41 [ (0.54 +
0.05) wmol/L,P <0. 001 ] 14 ADMA ¥ & 5 2 3 5 | i 5 4.0
TRPEIRE ZE2H] (0.51 £0.07 ) wmol/L, P = 0. 56 ] F1 M 1fiL 1 25 vpr
[ (0.51 0. 11) wmol/L, P =0. 77 | AHFL G i 5 22 5 A8 it 1]
A5 HT 2 B, 70 A 20 R v i T 5 = IXURS: Bl ADMA 7K
ST R R (X AR R AE TIA A Ee2EH ; IF H L-ARG/AD-
MA B FEAR 5 5 A2 BB A i 165 = 4 XS S 3 A 56 (P <
0.01), Khan %[53] X ADMA 55/ ILAE R (small vessel disease ,
SVD) Z IR R EAT TR, AEAR IEAFIE (M50 | I A5 Fa s Y R
FILEFEREZ S, SVD 20 ADMA 7K 8 2 & F X R4 (0. 814
+0.415) pmol/L vs. (0. 747 +0. 81 ) pmol/L, P =0. 014 |, [ F
Job R 3 K A B 4] B B g [ (15,14 £ 5.59 ) wmol/LL
vs. (12.49 +4.15) pmol/L,P =0.035 ], HBEHA TS5 ADMA
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(P =0.026) Fillal B B4R (P = 0. 003 ) 24 5 1 35 TE IS, JEBR
PEREFE A ) Kk 5 R B PR KA (P = 0. 017 ) TT 55 AD-
MA JKFIEK

FI X ADMA 75 fil i 48 v i 4 I B HE B0 BL ) i A i
R, Kielstein ™ IO 0 IR 11,20 44 (22 102 LA
BEHLIDUT H232 ADMA (0. 1 mg/kg) B RIHAIFFEEHE 1T 40 min, 4%
Jr e B 20T L T 98 2 1 A5 R I A Tk i, 5 R AR
B, ADMA fE i ik o 7 B B 2 FEAR [(15.1 £4.5)% (P =
0.007) ], Xt BEAU N REE S w5 [ (7.7 £2.8)% ,P=0.02];53
Hb, ADMA JEVEQLRE 025 19 = Sh KA AL 48 B (N - 12.6 £1.9 1
#-9.6+1.5,P=0.007), #75 ADMA SR M 5K ) A2 A
PRV R -, ATRES 5 1 M L7 4 AR B A7 #E . Kara-
kurt 25 BFSE & B, L% ADMA K- S5 4E 0 | 55 A R
CIMT — ¢ AT by L5 Sl K 14 3 8 5 ( S e f 557 BEL D O 98 ) 9
PiSE P ZE . Toth 257°° 7 A ADMA W 85 K BB (A/Nshiik , 5
Uk A B A 10045 T SR AW T 2K, AN (EL T ¥ B I 8 A mi )™ 5
7 ELIAS S 30055 ) S WA 4, 2R T ADMA. W] B 5 | A i 5 e 4 3
Tk AL A TS R B, AR AL i 3K ADMA K
SF-H s TR R AL, P 22 AT GE I B (P <0.05) 42
7 ADMA f)57 5 T s il e 2R IR BE ST A K A7 5, ADMA 7K
P AR AT AR SRR AL — M ER N R

25

T LA 2R R 2 SRS 2 W, ADMA 5 A 5E 1
HAG IR PR 2R A 038 R S, T ot ot e i 9 1) & A SR AIE
T A SRR T RE 3, (5L 9 2R 2 S — A A PR
SERR . FTRL AR RE A i A XU Al T BE i) ADMA i —
VA AR S 20 AT Rl 2 % I B - BUS 78 L, Rk
(RFEAR AT BEHE H A5UBCAE DDAH I PRMT 33 W0 il LA B R —
N ADMA ¥R BE )8 {27 b SR 38 % ADMA A5 F IR,
IR A TE AR THE A

& % X #
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